Normally the arterial oxygen tension (Pao,) remains the same or rises with the change from the supine to the upright position.' Several patients showing the opposite phenomenon (orthodeoxia) have been reported, some with a pulmonary arteriovenous malformation.
clubbing, or telangiectasis. Examination of the lungs showed nothing abnormal. The heart size and sounds were normal. A systolic bruit was easily heard over the left anterolateral part of the chest. An inspiration greater than tidal volume increased the systolic intensity of the bruit. Examination showed cyanosis when she was upright. The bruit increased in intensity and became continuous with systolic accentuation.
The haemoglobin concentration was 16 7 gIlOO ml with a haemnatocrit of 477c. The electrocardiogram was normal. The chest radiograph showed a 4-5 x 5 0 cm non-homogeneous mass in the left lower lobe obliterating part of the anterioi hemidiaphragm. Blood gases were obtained with the patient in the supine and upright positions having 21ci and l00%/ oxygen. In the arteriovenous malformation the vessels act as extra-alveolar vessels. "' Since they are not in series with alveolar vessels, the flow through them for a given pulmonary arteriovenous pressure difference is determined by the absolute hydrostatic distending pressure (P) at a given lung volume and the distending forces of the surrounding lung at varying lung volumes.7Ẁ ith our patient in the supine position the arteriovenous malformation was at the level of the heart, probably in zone 2 ( fig  2) and the shunt was 23%. When she was breathing room air the Pao, was 59 mm Hg and no cyanosis was noted. When she was upright the arteriovenous maltormation was below the level of the heart, probably in zone 3. It exerted less resistance to blood flow in the upright position because the distending P was greater than P. (fig 2) . Furthermore, the resistance in the alveolar vessels was probably higher in the upright position than in the supine position because of a predicted increase in functional residual capacity" "' With resistance probably increased in the alveolar vessels and diminished in the arteriovenous malformation when she was Lipright flow through it increased. Accordingly, the shunt increased to 45%c, the Pao, fell to 45 mm Hg, and cyanosis become evident. With further increase in lung volume during inspiration, further increase in flow through the arteriovenous nialformation would be expected. This is the probable explanation for the increase in the intensity of the bruit during 
